SUMMARY A 43-year-old man with a ventricular septal defect presented with pyrexia of unknown origin. Routine blood cultures were negative but serological evidence of infection with Chlamydia trachomatis was obtained.
It is recognised that Chlamydia psittaci infection may involve the heart, causing myocarditis, pericarditis,' and possibly valvular disease.-Its role as the causative agent in endocarditis3 I has been less commonly reported. More recently, endocarditis caused by C. trachomatis infection has been described.5 Most of the infections have involved one or more heart valves in patients with or without a history of rheumatic fever. We describe the development of endocarditis in association with C. trachomatis in a patient with a congenital ventricular septal defect and no evidence of valvular disease.
Case report
A 43-year-old schoolteacher was admitted to hospital with a one month history of a remitting influenza-like illness, with night sweats and a flitting polyarthropathy involving shoulders, knees, hips, and elbows. His appetite had been poor and he had lost 3 kg in weight. Twenty-four hours before admission he had developed a swollen and painful left ankle.
The patient was found to be pyrexial (39 8°C) and had a mild conjunctivitis. A pansystolic murmur was audible all over the chest, being maximal at the left sternal edge. The left ankle was swollen and felt hot, with the skin over the joint being erythematous; there was almost total restriction of movement of the joint. Apart from a minor degree of limitation of hip movement-which had been present for some years previously-other joints were not affected. A provisional diagnosis of rheumatic fever was made. Until recently, in chlamydial endocarditis conclusive evidence of the species of the infecting organism has only been achieved by demonstration of the agent in damaged valves removed at operation or at necropsy. The development of the microimmunofluorescence test" for the detection of antibody to C. trachomatis has made it more possible to differentiate infection with C. psittaci and C. trachomatis by serological methods. The failure in this patient to show the presence of specific IgM does not exclude the diagnosis of infection with C. trachomatis. The detection of a low unchanging antibody level in the first two sera suggests residual antibody from a previous infection with C. trachomatis, and therefore a specific IgM response would not be expected. Moreover, the possible presence of residual chlamydial antibody makes it imperative that a fourfold rise in titre is obtained before serological tests alone can be considered significant.
It is our opinion that C. trachomatis should be considered as a cause of bacterial endocarditis in patients with negative blood cultures and that serological studies in those subjects showing a rising chlamydial complement fixation titre should be extended to include chlamydial microimmunofluorescence tests.
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